alanine aminotransferase from 30 U 1-1 pretreatment to 51 U I-I (normal range < 20)_ This was thought to be due to sodium cromoglycate therapy, and the levels returned to pretreatment values when this drug was stopped. Trough levels of cyclosporin A (measured in whole blood by radioimmunoassay) have ranged between 190 and 509/lg1-1.
Case 2: A 60-year-old man with a past history of bronchial asthma, developed endogenous eczema at the age of 40. Therapy with topical steroids was successful until the age of 58 when he developed a flare of eczema on exposed sites in the summer months. This progressed to erythroderma requiring hospital admission. Investigation revealed: numerous positive skin prick tests to common antigens; serum IgE> 1000 U ml": 'angry back' on patch testing; negative photopatch tests; no circulating Sezary cells; monochromator light tests demonstrated abnormal papular reactions in the ultraviolet B range (300-320 nm), but normal minimal erythema doses.
The eczema failed to settle with topical therapy but was eventually controlled by oral photochemotherapy (PUVA) for a period of 6 months, at which stage PUV A was stopped. Three months later the eczema again relapsed, PUVA was restarted but precipitated erythroderma requiring readmission to hospital. Because of very slow progress he was started on oral prednisolone 60 mg a day. The eczema settled, but when the oral steroid was tailed off following dyspepsia a further erythrodermic relapse occurred requiring admission. A course of azathioprine 150 mg daily for 3 months produced no improvement.
Oral cyclosporin A was therefore commenced at a dose of 240 mg daily (4 mg kg-I). The skin settled within 2 weeks as an inpatient on this dose. Subsequently the dose had to be increased to 300 mg daily (5 mg kg-I) to keep control of the eczema as an outpatient. Regular and extensive screening for side effects has revealed a slight rise in blood pressure from 130/80 to 135/95. This is thought to be due to a peripheral vasoconstrictor effect as there has been no evidence of deterioration in renal function, nor any change in peripheral blood count. A pre-existing, mild and asymptomatic elevation of alkaline phosphatase has not deteriorated. Trough levels ofcyclosporin have gradually risen from 242 to 572/lg1-1, at which stage the dose of cyclosporin was reduced to 240 mg daily.
The patient's eczema has now been controlled for 5 months on oral cyclosporin A.
Discussion
Cyclosporin A therapy has been associated with a most satisfactory and sustained improvement in these two cases of severe atopic eczema for which other treatments had failed. The length of remission in both patients and the rapid relapse of disease on withdrawal of cyclosporin A in one patient suggest that the improvement is drug related and not coincidental. This possibility is supported by another recent report of two patients whose atopic eczema improved with cyclosporin A4. However enthusiasm for the use of this drug in the treatment of atopic eczema must be tempered by the risk of serious sideeffects, particularly nephrotoxicity.
Studies in mice have shown that cyclosporin can suppress spontaneous IgE formation via a T-cell dependent mechanism", This may be a mode of action in atopic eczema, but the exact mechanism and role of cyclosporin A in the management of severe atopic eczema await further study. Of all squamous cell carcinomas, 1-2% arise on the foot where they are usually plantar in site and exophytic in appearance. Occurrence on a toe is exceptional. Two cases of squamous cell carcinoma of the toe of differing origins, and masquerading both clinically and radiologically as osteomyelitis, are reported.
References

Case reports
Case 1: A 54-year-old postman sustained a stub injury to his right hallux after falling off his bicycle, resulting in nail avulsion. Local inflammation was present, unresponsive to two courses of antibiotics. On referral to the local Accident and Emergency Department, osteomyelitis of the distal phalanx was diagnosed as a result of persistent pain, inflammation and radiological evidence of osteolysis of the distal phalanx. The deformed regenerated nail was avulsed and culture of the nail bed grew Aspergillus, Candida and diphtheroids. Treatment with systemic fusidic acid was commenced, but increasing pain, a fluctuating bulbous deformity of the hallux and an associated progressive osteolysis on repeat X-ray ( Figure 1 Pathology: The specimen consisted of the right hallux including the terminal phalanx. There was no cutaneous ulceration or tumour. Longitudinal sectioning revealed a 1.5 em diameter cystic cavity containing white keratinous material in the pulp of the toe, eroding the terminal end of the distal phalanx ( Figure 2 ). Microscopy showed proliferation of a welldifferentiated squamous epithelium, with nuclear pleomorphism and dyskeratoses, but few mitoses. The tumour was connected to the nail bed and had destroyed the bone ofthe terminal phalanx. There was no evidence of osteomyelitis. The appearances were of a well-differentiated squamous cell carcinoma which may have arisen in the nail bed.
Case 2: A 52-year-old man was diagnosed as having an infected left second toe by his family physician and it was treated with topical and systemic fucidin. Six weeks later, ulceration was noted at the tip and a culture of the discharge grew Pseudomonas and Peptococcus species. Recurring pain, inflammation and bulbous deformity unresponsive to further courses of antibiotics, and radiological evidence of osteolysis of the distal phalanx consistent with osteomyelitis led to surgical referral 6 months after presentation. The toe now appeared twice its original size with several discharging 'sinuses'. A further X-ray demonstrated almost complete destruction of the distal phalanx. Local amputation was planned but malignant change was suspected at operation and a metatarso-phalangeal disarticulation amputation was performed. Pathology: Sectioning revealed a grey tumour destroying the terminal phalanx. Microscopy showed poorly differentiated squamous cells with nuclear pleomorphism and abnormal mitoses. The tumour was connected to the overlying skin which showed no dysplastic changes. The appearances were of a poorly differentiated squamous carcinoma.
Discussion
Squamous cell carcinoma of the skin is commoner in Caucasians than others, where it is usually found on sun-exposed areas (actinic carcinoma). It is three times more common in males than females, with the mean age of onset between 50 and 60 years. Squamous cell carcinoma may also develop from premalignant lesions such as old burns or scars, actinic keratoses, various types of ulcers, radiation dermatitis, arsenical keratoses and as a result of contact with toxins (e.g, nitrates).
Although physical trauma alone has been rejected by some as an aetiological factor", neoplasia occurring in an old scar has been recognized since the 1st century by Celsus-, Squamous cell carcinoma of the nail bed was first described by Velpeau in 1850 3 • In our first case, the possible origin of the tumour was a traumatic inclusion cyst of the nail bed, a condition not previously described.
Only one case of squamous cell carcinoma complicating osteomyelitis occurring in a toe has been previously reported". Neoplasia in this context is usually heralded by an enlarging mass, foul odour, increased quantity ofdischarge or bleeding, a change in bacterial flora whereby Staphylococcus aureus (the commonest organism isolated from chronic osteomyelitis foci) is replaced predominantly by a mixed population of gram-negative flora, progressively lytic bone lesions on X-ray, an abrupt deterioration in longstanding clinical symptoms and lesions unresponsive to accepted modes of therapy. Simulation of osteomyelitis by an extra-osseous tumour, (squamous cell carcinoma) at an unusual site (the toe) is rare and is demonstrated by these two cases. No pathological evidence of osteomyelitis was present in either case despite clinical and radiological features to the contrary. For lesions unresponsive to accepted modes of therapy, with X-ray evidence of progressive osteolysis, early and adequate local surgical excision is essential both for diagnostic purposes and to reduce the likelihood of metastases.
For primary squamous cell carcinoma, metastatic potential ranges 0.2-5%5. Positive regional lymphadenopathy has been variably reported between 11.5_16%6,7 and regional lymphadenectomy is suggested in these cases. Lymphadenopathy was absent in both of our cases and they remain free of local and metastatic recurrence when last reviewed at 9 and 12 months, respectively. Sensitivity reactions and toxins can cause myocardial injury. A variety of cardiac arrhythmias and electrocardiographic changes ranging from transient ST·T wave changes to acute transmural myocardial infarction have been described during IgE-mediated systemic anaphylaxis in human beings and experimental animals. We describe a patient who developed widespread electrocardiographic changes following a bee sting.
Case report
A 29-year-old man was seen on 7 October 1984 following a bee sting on his right middle finger one hour earlier. Within minutes of the bee sting he felt light headed and strange, with difficulty in breathing which gradually worsened. On arrival, he was dyspnoeic, cyanosed and had an audible wheeze. The pulse was imperceptible, and the blood pressure could not be recorded. His lips and eyelids were swollen with localized swelling and irritation at the site of the sting. He was given 0.2 ml of 1 : 1000 adrenaline intravenously, 0.5 ml subcutaneously and 50 mg of promethazine intramuscularly. He remained breathless for the next 20 min, but his blood pressure was by then 110/70 mmHg and the pulse 110 beats per min. Subsequently, he was given 100 mg hydrocortisone intravenously and prednisolone orally. An electrocardiogram performed soon after arrival revealed widespread T wave inversion predominantly in the inferolateralleads ( Figure 1A) . Thereafter, his stay in hospital was uneventful.
